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LETTERS TO THE EDITOR
Response to the Letter from Dr P. Lee
Sir - Lee (1991: volume 63, page 45) claims that there is a
discrepancy between the epidemiological and biochemical
studies of lung cancer and passive smoking. This conclusion
is arrived at by taking the excess risk of lung cancer in
passive smokers relative to that in active smokers and com-
paring it with the difference in biochemical marker levels
between active and passive smokers of the same sex and from
the same study. This is an invalid comparison.
The epidemiological studies of passive smoking and lung
cancer are largely based on women. In virtually all com-
munities of the world women started smoking more recently
than men, have smoked less cigarettes per day and have
usually smoked cigarettes with a lower tar yield. Their risk of
lung cancer from active smoking has correspondingly been
lower than for men, but women have been exposed to passive
smoke for as long as men have smoked, not for as long as
women have smoked. In comparing the epidemiology with
the biochemistry it is necessary to relate the risk of passive
smoking with the risk of active smoking among men so that
the duration of exposure is similar for men and women. We
have estimated that (Wald et al., 1986) the relative risk of
lung cancer in people who live with smokers compared with
people who do not was 1.3 after allowing for misclassi-
fication bias. The relative risk of lung cancer in male smokers
estimated from the British doctor's study was 14 (Doll &
Peto, 1976). The percentage excess risk (passive over active)
was therefore about 2% (0.3/13) not 10-20% as Lee sug-
gests. This figure of 2% is similar to the 1.5% difference in
urinary cotinine level in non-smokers who lived with smokers
compared with non-smokers who lived with non-smokers
(Wald & Ritchie, 1984).
Lee, in making his dosimetric estimates, cites cotinine data
(1987) reported by Jarvis et al. (1984) yielding a lower
estimate of passive smoke exposure than our own. This is
inappropriate, because the study was based on self-defined
categories of passive smoking instead of whether the person
lived with a smoker, the measure used in the epidemiological
studies. Also in an attempt to ensure that subjects were not
active smokers, high cotinine levels were censored and some
genuine non-smokers who had been heavily exposed to pas-
sive smoke may have been excluded thereby underestimating
the biochemical measure.
We do not consider that Lee's analysis casts serious doubt
on the evidence on exposure to other people's smoke and
lung cancer.
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